Pure sensory stroke caused by cortical infarction associated with the secondary somatosensory area Pure sensory stroke, described as a distinct clinical entity in 1965 by Fisher,' denotes a hemisensory disturbance without other neurological deficits. Although pure sensory stroke is usually due to a thalamic lesion, it could be also caused by lesions involving any portion of the common human sensory pathway from the postcentral gyrus, known as the primary sensory area (S I), to the medulla.2 We report a patient with pure sensory stroke resulting from a cortical infarction on the inner bank of the parietal operculum, which is known as the secondary somatosensory area (S II) . A 44 year old, right handed man with a history of cigarette smoking was admitted because of sudden decrease of touch and pain sensation in his right hemibody. On admission, neurological examination disclosed normal motor function and reflexes. There was a moderate hypaesthesia for light touch, pain, and temperature senses on the right side including the face, oral cavity, arm, trunk, and leg. Discriminative touch, joint, and vibration sensation as well as stereognosis and graphaesthesia were preserved on the right side. Cranial nerve functions including taste sense were also within normal limits. There were no neuropsychological signs such as aphasia, impairment of calculating ability, or disturbance of rightleft discrimination. Magnetic resonance imaging taken four days after the onset showed a cortical infarction located within the inner bank of the left parietal operculum (figure). The common sensory pathway from the postcentral gyrus to the medulla, especially the thalamus, was normal on MRI. Results of routine laboratory examinations and vasculitis screening were unremarkable. A chest radiograph, ECG, echocardiogram, and carotid Doppler ultrasound examination were normal. Short latency somatosensory evoked potentials produced by stimulation of the median nerve were evaluated seven days after the onset. Both the latency and amplitude of any points including N20 were almost equal on both sides. The central conduction time (N13 to N20) had also no laterality.
Cerebral angiograms, including the left middle cerebral artery, taken on day 20 showed no abnormality. At discharge, 27 days after the onset, a slight decrease in pain and touch sensation persisted in his right side.
